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Patent Oaims 

1. Nfediodof identifjo^ 

the activity of at least one Sic f amfly Idnase/ coxnpdsbig the stq)s of: 

5 

a. ciiLtiyatirig at least one cdl (or at least o^ 
deic add Godfaig for a Src family Idziasec^ 
statable conditions, 

b. e>qs?essingtheniddcadd(s)ccxiingfbraS^ 

1 0 family kinase in the ce]l(s) of stq? (a) under siitaible conditions/ 

c ccHitactingthecdl(s)of step(b)\vithat]ea^ 

d defendnii^ i^iieliher tlie phenotype of the ce31(s) of sb^ (c) is dianged as 
compared with the phenolype of the cell(s) of stg?(b),\\hendDyadiff€tence 
in file phenotype indicates that said test con5X)tind modtJates the activity of 
15 at least one Src family kinase 

2. Method of daim 1 , wherein the nudeic add coding for Src family kinase or a Src f am- 
ity kinase mutant is indudbly expressed according to step (b). 

20 3. Method of claim 1 or daim 2, v\herein at least one cell (or at least one cdl line) ex- 
presses a mldtype (wt) Src family kinase 

4. Methodof anyof daimsl to3, i^hereinat leaston^ 

presses a Src kinase family member moutant \^hich displays a hyperactive form of a 
25 Src family kinase. 

5. Method of daim 4, \^ierein at least one cell (or at least one cdl line) expresses a Src 
kinase family merriber mutant, which contains at the n^^latoiy tyrosine residue 
(phosphorylation site) a mutatiorv whidi does not albw the tyrosine residue to be 

30 phosphorjiated, preferably by deJetioiv stfostitution or modificatian of the ri^^ilatoiy 

tyrosine residue. 
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6. Mettiodof aryof cIaiiiislto5,\v^^ 
pcesses a Src kinase faniOyiimiber 
Sic famfly kinase • • 

7. Meiihodof (Mn6/\^}ieEanatIe^ 

kinase family meoijer mutant vsiiich contains a mutation at the ATP binding site of a 
Src famify kinase, ^Mch doesiiot aDowto bind ATP propafy, pasefecabfyby deJetiarv 
subtstitution or modification of at least one lesidue of the AlPbindii^ site 

8. M^liodof atyof claimslto7, TA^tei:^ 

presses a Src kinase famity member mutant ^^^1ich disf^ys a ^'spedfidtydeienninin^' 
form of a Src family kinasa 

9. Meiihodof claim8/\/>inecematl^ 

kinase family meni^er mutant, vAich contains a mutation of at least one residue, 
viiich is characteristic for the Src Idnase family, preferably at least one residue in the 
ATP binding site of a Src family kinase, vAnch allows to identify test coir^unds 
lAiuchdo not bind to the Src family mutant (in contrast to wt Src). 

10. Method of any of claims 1 to 9, \^terein at least one cell (or at least one cell line) ©c- 
presses a Src kinase family member "doti)le" mutant, ^sHch contains (i) at le^ one 
mutation leading to a hyperactivated form of a Src family kinase and (ii) at least one 
mutation at a spedfidty detaiiiinii^ 

11. Method of any of claims 1 to 10, wiierein the mode of action (direct or indiDect), the 
specificity, and/or the rff ediveness of a test con^xjund on the (activity of a) Src f amr 
ily kinase is/are determined 

12. Method of any of claims 1 to 11, TAteein at least one, preferably two, three or iovr, 
nucleic adcte coding for a mutated Src fainilykiriase are selected from the gtoijp con- 
sisting of SEQ ID NOs 1 to 4 (Src kinase mutant sequences), SE Q ID NOs 5 to 8 
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(Yes Idnase nadant sequsioes), SEQ ID NOs ^ 

SEQ ID NOs 13 ta 16 (Fyn kinase mutant sequences), SEQ ID NOs 17 to 20 (Lck 
kinase nudant sequences), SEQ ID NOs 21 to 24 (Hick kinase mutant sequences), 
SEQ ID NOs 25 to 28 (Lyn kinase mutant sequences), SEQ ID NOs 29 to 32 (BDc 
kinase mutant sequances), andSEQ ID NOs 33 to 36 (Ydckin^ mutant sequences). 

13. Metihodof any^of daims 1 to 12, idio^BnlihemeiiuDdisbased^ 

cell Knes), each of them ccHitaining one of the four nudeic adds, eadi of fhem ec- 
ptessingoneof the mutant sequences of one Sic family nffinijeraccoidcng to daim 
12, eg SEQ ID NOs 1 to4fQrSrc. 

14. Method of any of daims 1 to 13, ^stoein the cdl or cdl line is transfected vwfti a vec- 
tor, in particular an e^^iessian vector, containing the nudac add of a See f amify 
kinase or a Sic family kinase mutant. 

15. Metiiodof daiml4, vAieremftevec^ 

pcDNM AO, PcDNAS-derivatives, andpcDNA5/TO. 

16. Method of any of claims 1 to 15, i\teein the expression of the nudeic add in the 
transfected cell (or cdl line) is induced by adding an inductor, preferably an antibiotic, 
e.g. tetracycline. 

17. MefliDd of any of claims 1 to 16, vdierdn the induced e^q^ression causes an overex- 
pDBsaon of the nuddc add in the transfected cdl or cell line. 

18. Method of any of daims 1 to 17, \Aterdn the transfected cell is an eukarjotic cdl, 
preferably a vertebrate cell, moieprefecdblyamainrnaliancell, most preferably a hur 
mancdL 



19. Method of claim 18, \^toein the cell is an immortalised cell, a tumor cdl line or a 
lyrrphoidcdL 
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20. Msttvxl of any of dainis 1 to 19, vAmem the pt^m^fpe charig^ of the tiansfected 
cells vapon inductiDn and addition of a test ooirpound is deimnined by qualitative 
and/or quantitative analysis, preferably by eyi^ ndcrosGope or image analysis. 

5 21. Method of anyofclaini20,\^iTerem 

\^tle£her ine cellular piienotype of step (c) is chat^gad as coiif)aced vvifti the cellular 
phenotype of step (b), vAereby 

sad test a>rnpoundnK>duIates the activity of a Src f airily kinase. 

10 22. Conpound identified, seledsed and/or chaiacterizedby a method of any of claims 1 
to 21. 

23. Conpound of daim 22 as a medicament, particulady for the treatment cf diseases, 
\\Mch aie at least in part cai:6ed by a Src family Jdnas^ 

15 

24. Use of a conpound of claims 22 or 23 for the production of a medicament for the 
tieatDnent of diseases^ v\iiich are at le^ 

lady by a cfysfunction of a Src f amfly kinase, in parlicular cancer, hypercalcemia, 
restenosis, csteopoiosis, osteoarthdtis, syorptomafic treatment of bone metastasis, 
20 rheumatoid arthritis, inflammatory bowd disease, mult^ie sclerosis^ psoriaas, Itpus, 

graft vs. host disease, T-cdl mediated hypersensitivity disease, Hashimoto's thyroidi- 
tis, Guillain-Bane syndrome, chrordc obtructive pulmonary disorder, contact dermati- 
tis, cancer, Paget's dise^, asthma, ischemic or rq^erfusion injury, allergic disease, 
atopic dermatitis, transplant rgection or aUerj^c rhinitis. 

25 

25. Pharmaceutical coir^wsition containing a conpound according to claims 22 or 23, 
and apharmaceuticaDy acceptable carrier, a£|uvant or vdiide 

26. Pharmaceutical conpositian according to claim 25 for the prepamtion of a medica- 
30 ment for the treatment of cancer, hypercalcemia, restenosis, osteoporosis, osteoarthri- 
tis, synptomatic treatment of bone metastasis, rheumatoid arthritis, inflammatory 
bowd disease, multiple sclerosis, psoriasis, Itpus, graft v& host disease, T-cell med- 
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ated hypezsensitiviiy disease, Hashbnoto's ihyroiditis, GuDlam-Bane qoidEOiiie, 
chmnic obtiuctiye piilimnaiy disoider, oont^ dennaiitis^ cancer, Fagst's disease, 
asflmia, ischmdc or repeifusaon iii|uiy, aDecg^c dsease, atopoc dprmatitis, transplant 
lejection or alleiglc ijiinTtia 

5 

27: Use of a pihaiinaoeutical cocqx3sitiQn of any of dsirrs 25 or 26 f or liie piodudian of 
a iiedicaoient for the tiBatinent 

family kinase^ pcefecably cancer, hypercalcemia, restenosis, osteoporosis^ osteoarihd- 
tis, syuiptomatic treatment of bone metastaas, dieumatoid artihnfis, inflammatory 
10 bov\d disease, multiple sdecosis, psoriasas, It^TUs^ gcaft vs. host disease, T-cdl medi- 

ated hypecsensltiyijy disease, Hashimoto's thyioiditis, GtdllainrBane syndiome, 
duonic obtructive putmonacy disorder, contact dermatitis, cancer, Fagst's disease, 
asthm^ isdhemic or zepeafusion irgucy, allergic disease atopic dermatitis, transplant 
r^ectlon or aDerg^ duriids. 



15 



